Introduction
It is generally assumed that migration of phagocytes (neutrophils or monocytes) into the various body cavities or tissues is governed by factors released by inflammatory stimuli. This assumption is supported by a great number of studies on neutrophil migration, [1] [2] [3] including those which show that during the initial stages of the inflammatory process an increase in glucocorticoid (GCC) secretion by the adrenal glands inhibits neutrophil migration, independently of the site of inflammation. 4, 5 In acute inflammation, GCC secretion is induced by the hypothalamo-pituitary-adrenal (HPA) axis through the influence of factors released in the inflamed area. 6 Among these factors, cytokines such as interleukin-1 (IL-1), 7, 8 IL-69 or tumour necrosis factor (TNF) 1 have been shown to be involved. IL-1, in addition to its effect on the HPA axis, also has an effect on the adrenal gland, to directly stimulate GCC secretion, n The enhancement of neutrophil migration by inflammatory stimuli in adrenalectomized (ADX) (b) Pleural cavity. In pleural cavities, neutrophil migration was also analysed 4 h after the intrapleural injection of Cg (300 btg/ml/rat) and mononuclear cell migration was analysed 48, 72 or 96 h after Cg (500 t.tg/ml/rat) or Tg (40 mg/ml/rat) injection.
(c) Collection ofexudates. At selected intervals, the cells which had migrated were harvested from the peritoneal and pleural cavities. For this, the animals were anaesthetized with ether and exsanguinated. Both na'ive and stimulated peritoneal and pleural cavities were washed with 10 ml and 5 ml of heparinized PBS (5 U/ml), respectively. In some experiments, the peritoneal cavities were washed with 10 ml of trypsin diluted in PBS (TRY, 1.25% v/v).
Total and differential cell counts of the collected washings were estimated as previously described by Souza and Ferreira. 27 The characterization of macrophages (esterase positive cells) performed using a nonspecific esterase staining technique described by Yam et al. 28 The 
Results
Neutrophil migration into peritoneal cavities measured 4 h after Cg injection was significantly enhanced by adrenalectomy (Fig. 1A) . In contrast, mononuclear phagocyte migration evaluated 48, 72 and 96 h after Cg injection was significantly reduced in ADX rats compared with SHO animals (Fig. 1B) . A simi.lar pattern of mononuclear phagocyte migration was observed when Tg instead of Cg was injected into the abdominal cavities (Fig. 2) .
In the pleural cavities, both neutrophil and mononuclear phagocyte migration induced by Cg were enhanced in ADX animals ( Fig. 3A and B) . However, the mononuclear phagocyte migration into these cavities induced by Tg was not affected by adrenalectomy (Fig. 4) (Fig. 5) . 
Discussion
The results presented above agree with previous experiments showing that adrenalectomy or pretreatment with RU 486 enhances the neutrophil migration induced by inflammatory stimuli such as Cg into pleural cavities and subcutaneous air pouches. 4, 5 In addition, a greater inflammatory exudation in ADX animals (data not shown) was observed. These responses are in line with the suggestion that during the acute inflammatory responses the release of GCC by the adrenal cortex partially downregulates neutrophil migration and exudation via a reduced release of chemotactic cytokines 19 or arachidonic acid metabolites. 4, 5 Paradoxically, adrenalectomy reduced monocyte migration into peritoneal cavities by both stimuli utilized but did not affect or enhance migration into 
